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Introduction

Tuberculosis  (TB) is a multi‑system infectious disease caused 
by Mycobacterium tuberculosis in humans.[1] It commonly 
infects the lungs but can spread in form of  extrapulmonary 
TB. Central nervous system (CNS) involvement is one of  the 
most serious forms of  TB and can manifest as meningitis, 
intracranial tuberculoma, or spinal tuberculous meningitis.[2] 
Intracranial tuberculomas are an important cause of  intracranial 
space‑occupying lesions in endemic countries. They may present 
with non‑specific features with/without pulmonary features, 
thus making the diagnosis a clinical challenge.[1,3] Though 
rare in Western countries, intracranial tuberculomas have a 
high incidence in areas where TB is still endemic such as the 

Indian subcontinent.[4] Another form of  extrapulmonary TB is 
tuberculous lymphadenitis which can affect lymph nodes but the 
involvement of  suprasternal lymph node is rare.

We report a case of  intracranial tuberculoma with tuberculous 
lymphadenitis in an adolescent female with unusual neurological 
presentation successfully managed with antitubercular and 
anticonvulsant therapy.

Case Description

A 14‑year‑old girl presented with complaints of  multiple episodes 
of  numbness on the right half  of  her face and right upper limb 
for one day. These episodes lasted for a duration of  5–10 min 
and were associated with difficulty in speaking and using the right 
hand. There was no complaint of  headache, vomiting, visual 
disturbances, unconsciousness, seizures, aura, vertigo, dizziness, 
or fever. There was no significant past medical and surgical 
history. Also, there was no family history of  TB or contact with 
a TB patient. She was immunized till 5 years of  age as per history 
from her parents.
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On examination, she was conscious, well‑oriented, afebrile, pulse 
rate 90/min, blood pressure 120/84 mm Hg, respiratory rate 
14/min, some pallor, and single enlarged suprasternal lymph 
node, which was non‑tender, mobile, and firm. [Figure 1] No 
lymphadenopathy was seen in other regions. Systemic examination 
did not show any abnormality.

Laboratory investigations on admission revealed haemoglobin 
of  6.3 gm/dL, total leukocyte count 4200/cumm, platelet count 
3.63 lakh/cumm, and ESR 60 mm/h. Liver function tests were 
normal. She was found to be HIV‑negative. Her X‑ray chest 
did not reveal any pathology. Plain and contrast‑enhanced MRI 
scan of  the brain showed multiple, well defined, ring‑enhancing, 
hyperintense lesions with a hypo‑intense centre in the 
anteromedial, posteromedial portions of  the left cerebellar 
hemisphere, in the posterior part of  the left frontoparietal 
operculum with a thin rim of  hyperintensities around these 
lesions that favoured perilesional oedema. These findings were 
suggestive of  multiple tuberculomas. [Figure 2].

USG guided fine needle aspiration cytology  (FNAC) of  the 
single suprasternal lymph node was also performed which 
revealed extensive caseous necrosis consisting of  lymphocytes 
and neutrophils, multiple tubercular bacilli on AFB staining, and 
plenty of  pus cells. The culture of  the specimen showed the 
growth of  Mycobacterium TB which confirmed the diagnosis 
of  tuberculous lymphadenitis.

Based on this diagnosis patient was enrolled under the 
Revised National Tuberculosis Control Programme (RNTCP) 
and four‑drug antitubercular therapy  (ATT) was started 
along with prophylactic anticonvulsant. TIA‑like episodes 
subsided in 4–5  days after starting this therapy and never 
recurred throughout the follow‑up of  1 year. She completed 
the ATT course. A subsequent MRI scan was done which was 
normal. Anticonvulsants were gradually tapered and stopped. 
She remained asymptomatic during follow‑up of  further 
6 months.

Discussion

TB is an endemic disease in India with an estimated incidence 
of  204/100,000 population according to the Global 
Tuberculosis Report.[4] It can infect any age group but children, 
pregnant women, the elderly, and those with other co‑morbid 
conditions are at high risk. CNS TB accounts for only 1% 
of  all TB cases.[2] Haematogenous seeding of  bacilli in the 
CNS after the primary pulmonary infection is one proposed 
mechanism of  CNS involvement in TB.[5] Following this, 
tubercle formation occurs which is a defence mechanism to 
limit the spread of  infection by forming a fibrous capsule 
around the foci of  infection.[6]

The clinical presentation of  tuberculoma depends on their 
anatomic location in the brain, compression of  surrounding 
structures, obstruction of  cerebrospinal fluid pathways, and/
or seizures. There is a sub‑acute onset of  symptoms and signs 
such as headache, nausea, vomiting, visual disturbances, cranial 
nerve defects, seizures, depressed level of  consciousness, and 
focal neurological deficits. These non‑specific neurological 
features can lead to difficulty in diagnosis of  tuberculoma.[7,8] 
Tuberculoma can present with any focal neurological deficit 
ranging from monoplegia to quadriplegia, facial weakness, and 
sensory deficit depending on the site of  lesion in the brain.[9] 
The pathogenesis of  focal neurological deficit in tuberculoma 
is the periadventitial inflammation and proliferative subintimal 
fibrotic lesions consequent to chronic inflammatory processes. 
There is also ischaemic softening of  cerebral tissue causing 
sensory‑motor deficit.[10]

After clinical examination, the next line of  investigation 
includes laboratory tests and radiological imaging. MRI is 
the preferred investigation as it has a higher resolution and 
tissue contrast.[5,6] MRI appearance depends upon the stage of  
tuberculoma: non‑caseating granuloma, caseating granuloma, 
caseating granuloma with central liquefaction, and calcified 
granuloma.

Figure  1: Suprasternal tuberculous lymphangitis presenting as a 
midline swelling in neck

Figure 2: MRI scan of Brain showing multiple ring enhancing, hyper-
intense lesions with hypo-intense center
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In our patient, suprasternal tuberculous lymphadenitis was 
present. It is an uncommon site for tuberculous lymphadenitis in 
children.[11] The differential diagnosis of  a midline neck swelling 
includes developmental, inflammatory, infective, and neoplastic 
pathologies. The first line of  investigation in such cases is 
ultrasound followed by FNAC or excisional biopsy depending 
upon the nature of  the lesion. Tuberculous lymphadenitis 
commonly presents as swelling and is not associated with 
constitutional symptoms unless coupled with pulmonary TB. We 
performed USG guided FNAC of  the suprasternal lymph nodes. 
The AFB stain and culture reports may be false negative at times 
due to low bacterial load but in our case, both AFB staining and 
culture showed the presence and growth of  mycobacterium TB.

Along with ATT, we started prophylactic anticonvulsant and 
on day 5 the patient became asymptomatic. It is proven that 
regardless of  the aetiology of  seizures, the number of  seizures 
occurring before adequate treatment is a paramount prognostic 
factor for predicting the patients’ response to AEDs. Therefore, 
early treatment with AEDs is crucial and may significantly reduce 
the risk of  chronic epilepsy following TB infection.[12‑14]

Excision of  cervical lymph nodes in case of  tuberculous 
lymphadenitis is indicated when a single unilateral group is 
involved and inflammatory changes are seen on the overlying 
skin. Excision is always supplemented with a full course of  ATT 
as this approach reduces the risk of  medical failure and prevents 
relapse of  infection.[15] However, in our case, it was subsided 
without surgical excision.

In this case, we want to convey some important points for 
primary care physicians. First is that being an endemic disease TB 
can present in any form including focal non‑specific symptoms 
and one should not forget to check suprasternal lymph node 
palpation. Also, always such lymph nodes to be thoroughly 
investigated and treated.

This is relevant to them because they are the first physicians who 
come in contact with such patients and they can take decision 
appropriately whether such patients need outdoor treatment or 
require hospitalization.

Conclusion

In endemic countries such as India, TB can present with 
non‑specific or unusual neurological manifestations. Isolated 
suprasternal tuberculous lymphadenitis is an uncommon site 
for tuberculous lymphadenitis. Compliance with treatment 
is a major deciding factor in TB and must be addressed by 
clinicians. In cases of  CNS TB, anti‑convulsant with a full course 
of  antitubercular treatment is the mainstay for the long‑term 
prevention of  seizures.
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